Animal models of oxidant lung injury.
Studies in experimental animals suggest that oxygen-derived free radicals are playing an important pathophysiologic role in cell and tissue damage. Systemic activation of the complement system or deposition of immune complexes in alveolar spaces results in activation of phagocyte-dependent NADPH oxidase and subsequent release of oxygen radicals that cause acute lung injury and appearance of lipid peroxidation products in lung tissue and plasma. Since pretreatment of experimental animals with catalase, iron chelators or scavengers of hydroxyl radical results in protection from pulmonary damage, it is assumed that the hydroxyl radical is the most likely mediator of phagocyte-dependent acute lung injury.